Infective endocarditis (IE) carries a high mortality despite modern antimicrobial therapy. Valvular replacement in the acute phase of IE was first described in 19651 and plays an important role in treatment.
Lancefield group C streptococci very rarely cause endocarditis, but when this occurs, the course tends to be acute with gross tissue destruction leading to valvular incompetence.2 It is extremely rare for the vegetations in IE to cause valvular stenosis.3' We report a case of acute infective endocarditis caused by Lancefield group C haemolytic streptococci in which the vegetations produced both aortic and mitral valve stenosis.
Case report
A 38-year-old butcher (BG) was admitted to hospital with a 10-day history of general malaise, fever, progressive shortness of breath, jaundice, and drowsiness. Four days before the onset of symptoms he had cut his finger while at work. He had received trimethoprim/sulphamethoxasole for three days and subsequently tetracycline. There was no history of rheumatic fever. On examination, he was pyrexial (39°C), jaundiced, drowsy, and short of breath at rest. His pulse showed atrial fibrillation, the pulse rate was 98/min, and his blood pressure was 100/50 mmHg. His jugular venous pressure was raised by 2 cm. Auscultation revealed a third heart sound, an aortic systolic murmur and the murmur of mitral regurgitation. He had bilateral basal crepitations.
His chest radiograph showed cardiomegaly and pulmonary oedema. Serum electrolytes were abnormal (sodium 127 mmol/l, potassium 3-4 mmol/l, urea 21 mmol/l, creatinine 230 g&mol/l). Liver (fig 2) .
He was accepted for urgent surgery.
At operation there was bile-stained pericardial effusion. Granulation tissue was seen on the right side of the aortic root. The aortic valve was explored and was found to be almost completely obstructed by vegetations, the infective process extending down the aortic root anteriorly into the ventricular septum. The necrotic tissue was removed, leaving a ventricular septal defect. The aortic valve was excised, but was too disorganised to permit identification of cusp anatomy.
The mitral valve was explored through the left atrium. Massive vegetations involving the lateral papillary muscle and chordae tendineae were found, extending through the valve orifice and obstructing it. The vegetations and mitral valve were removed. Bjork mitral (31 mm) and aortic (25 mm) valve prostheses were inserted and the ventricular septal defect was closed with a Teflon felt patch. An epicardial pacemaker lead was attached to the right ventricle and connected to a permanent lithium generator. He made a good recovery and was discharged five weeks later taking warfarin only. Lancefield group C streptococcal infections are usually seen in animals, particularly cattle, horses and poultry, and carrier states are known in these animals. Two of the four recognised species can cause disease in man, commonly minor illnesses such as pharyngitis, and may be isolated from throat swabs. Serious infections such as septicaemia and endocarditis are extremely rare. Mohr et a12 reported the results of 150 000 blood cultures in a nine-year period in which group C streptococci were isolated in only eight patients.
There are 11 previously reported cases of IE caused by Lancefield group C streptococci,2 8 five of whom died, four with destructive lesions affecting the heart valves. In two further patients urgent cardiac surgery was required, in the first because of heart failure and septal abscess formation and in the second because of aneurysm of a sinus of Valsalva with a fistula into the right ventricle. This organism thus appears to be highly destructive of cardiac tissue. In our patient, septal abscess formation and complete heart block confirmed again the invasive nature of this organism. In six cases there was no history of pre-existing heart 
